SUMMARY A man aged 41 years with a clinical diagnosis of cardiomyopathy and hepatic insufficiency was found, on angiocardiography, to have a mass, presumably a thrombus, within the left ventricle. A second angiocardiogram performed five days later showed that the thrombus had disappeared. The mechanism invoked was more probably an increase of spontaneous fibrinolysis as described in cirrhotic patients, perhaps helped by heparin, rather than ejection of the mass from the ventricle with silent embolisation somewhere in the systemic circulation.
The detection of a left ventricular mass in vivo may be made by angiocardiography. Two dimensional echocardiography is, however, the best and the most sensitive technique. A left ventricular mass is usually a thrombus but occasionally a tumour. We report a patient with congestive cardiomyopathy in whom a left ventricular mass apparently disappeared within five days of its detection by angiocardiography.
Case report
A 41-year-old man, a labourer, was admitted to hospital on 24 August 1979, because of congestive heart failure. There was a past history of heavy alcohol ingestion and laboratory data showed hepatic insufficiency (Table 1) . The blood pressure was 110/ 70 mmHg, pulse regular at 116/min, and temperature normal. The erythrocyte sedimentation rate was 3 mm in one hour. There was venous distension and oedema of both legs. Basal riles were heard in the chest. There was a faint systolic murmur 1/6 at the apex. The heart was enlarged on chest radiography (cardiothoracic ratio 0.62). The electrocardiogram showed sinus tachycardia with left ventricular hypertrophy and left bundle-block branch. An M-mode echocardiogram recorded at the fourth intercostal space at the left sternal edge showed dilatation of the left ventricular cavity with an end-diastolic dimension of 6 cm and a very hypoactive interventricular septum. The patient was regarded as having congestive cardiomyopathy. He was given digitalis and diuretics and the result was good.
Cardiac catheterisation on 31 August 1979 (Table 2 ) showed an increase of both right and left ventricular end-diastolic pressures. The cardiac index was 2-4 I/min per m2, left ventricular end-diastolic volume was 182 m/m2, and the ejection fraction was 021.
Selective left ventricular cineangiography in the right anterior oblique projection disclosed dilatation and considerable hypokinesia of the left ventricle. In addition, angiography showed a mobile left ventricular filling defect at the apex during diastole moving in one of two ways. The first is expulsion from the ventricle to produce silent embolisation somewhere in the systemic circulation. Miller et al. 3 have reported several cases of silent emboli, especially involving the spleen or kidneys in acute and in healed myocardial infarction. The second explanation which seems the more probable is lysis of the thrombus. According to Fletcher et al. 4 and to Pises et al. ,5 disappearance of the thrombus could be explained by increased spontaneous fibrinolysis. Our patient had severe hepatic insufficiency and these authors4 5 showed abnormally active fibrinolysis in cirrhotic patients, probably the result of failure of hepatic clearance mechanisms for plasminogen activator.
Other cases of disappearance of left ventricular thrombi have been previously reported.67 Mikell et al. 6 have followed 15 patients, eight with chronic cardiomyopathy and seven with recent myocardial infarction, in whom left ventricular thrombi were discovered. They performed serial two dimensional echocardiograms, 33 to 240 days after initial examination. In the nine patients who received anticoagulation for at least 30 days, left ventricular thrombi resolved in five cases, decreased in size in two cases, and remained unchanged in two cases. No patient had clinically apparent emboli. In the six patients who did not receive anticoagulant treatment, the left ventricular thrombi remained apparently unchanged in five cases, and the size of the thrombus decreased in one case; two patients had emboli. Meltzer et al.,7 also using serial two dimensional echocardiograms, found a reduction in size of left ventricular thrombi at 10-month follow-up in two patients, and in one of them the mass had disappeared after 19 months.
According to these reports and in view of our own case we suggest that when a left ventricular mass is discovered in patients with cardiomyopathy, anticoagulant treatment should be given and surgical treatment may be delayed. Serial 
